Background: Rheumatoid Arthritis is associated with subclinical renal impairment which contributes to increase mortality and morbidity. The role of inflammation on kidney function in inflammatory arthritis is not well studied. Objectives: To investigate the associations between estimated glomerular filtration rates (eGFR), traditional cardiovascular risk factors, and markers of inflammation in rheumatoid arthritis compared to healthy controls. Methods: RA patient were recruited through a specialized rheumatology clinic at
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CHARACTERISTICS ARE CONSISTENTLY ASSOCIATED WITH ARTERIAL STIFFNESS IN RHEUMATOID ARTHRITIS
Background: In the non-rheumatoid arthritis (RA) population, arterial stiffness contributes to cardiovascular disease risk beyond brachial blood pressure and other established cardiovascular risk factors. The increased cardiovascular disease risk in RA is now well documented. In this regard, how RA impacts on arterial stiffness remains uncertain. Objectives: The aim of the present study was to identify potential determinants of comprehensively assessed arterial stiffness in a relatively large group of ethnically diverse patients with RA. Methods: Relationships of traditional cardiovascular risk factors and RA characteristics with 9 arterial stiffness markers including central systolic and pulse pressure, pulse wave velocity, augmentation index, forward and reflected wave pressure, reflection magnitude, brachial-to-aortic pulse pressure amplification (a marker of reduced wave reflection) and peripheral pulse pressure were identified in multivariable backward regression models among 177 (118 white, 32 Asian, 22 black, 5 mixed ancestry) patients without established cardiovascular disease. Results: Recorded characteristics explained 37% (pulse wave velocity) to 71% (reflected wave pressure) of the variability in arterial stiffness. RA duration (partial r=0.17, p=0.04), rheumatoid factor status (partial r=-0.19 to 0.20, p=0.01 to 0.03), leukocyte counts (partial r=0.16 to 0.19, p=0.02 to 0.05) and total cholesterol (-0.18 to 0.26, p=0.00 to 0.03) were associated with enhanced central systolic blood pressure or/and wave reflection markers. C-reactive protein (partial r=-0.24, -0.17 and -0.20, respectively, p≤0.05) was paradoxically related to reduced central pulse pressure, pulse wave velocity and forward wave pressure, and body mass index (partial r=-0.39 to 0.42, p=0.00 to 0.02) and insulin resistance (partial r=-0.21 to -0.20, p=0.00 to 0.01) to reduced wave reflection and peripheral pulse pressure. Exercise (partial r=0.19, p=0.02) and alcohol (partial r=-0.27, p=0.00) consumption were associated with increased pulse pressure amplification and decreased peripheral pulse pressure, respectively. Tumour necrosis factor-α inhibition (partial r=-0.25, p=0.00) was related to reduced pulse wave velocity and tetracycline use (partial r=-0.20, p=0.02) to reduced peripheral pulse pressure. Objectives: Because obesity is also a risk factor for disability, we evaluated the extent to which excess weight may independently contribute to poorer physical function (PF) in RA. Methods: RA patients enrolled in an observational study at an academic Inflammatory Arthritis Clinic in Baltimore USA completed the patient global, pain VAS, and PROMIS measures assessing PF, pain, fatigue, sleep, and depression. RA clinical indicators were also collected at the visit. Outcomes were compared in obese and non-obese patients using t-tests and chi-square. Multiple regression was used to evaluate the effects of pain, fatigue, and BMI on PF, after controlling for age and disease activity. Results: Participants were mostly female (82%) and white (83%) with mean (SD) age of 55 (13) -4.6, 4.6, 3.8, 2.9, 3.6, and -4.7, respectively) . In regression analyses, pain, fatigue, and BMI (but not sleep or depression) were inversely related to PF, after controlling for age and disease activity. In the final model, pain, fatigue and BMI were significantly and inversely related to PF (β=-.39, -.24, and -.153, respectively) after controlling for age and disease activity (F (5, 170) =55.5, p=.000, adjusted r 2 =.61).
Conclusions
Conclusions:
Our results suggest that excess weight also contributes to poorer PF in addition to pain and fatigue. As the prevalence of obesity continues to
